Methanol intoxication is a well known cause of blindness in man, the most common observation being oedema of the posterior retina and the optic nerve head. Later optic nerve atrophy develops. The whole sequence of events is thoroughly described by Benton and Calhoun' from the Atlanta catasrophe, when 320 persons sought emergency medical care after drinking whisky containing 35% methanol and 15% ethanol. Post-mortem examinations of affected eyes have mainly been concentrated on the retina, where oedema and ganglion cell degeneration have been the main findings.23 However, although optic nerve lesions has been suspected, the optic nerve has only infrequently been investigated. pole. There were no haemorrhages. Computed tomography of the cranium on the same day revealed bilateral necrosis of the putamen regions.4 The patient developed pneumonia which was resistant to treatment, and, still unconscious, he died on the 20th day after the accident. Both eyes with their optic nerves and tracts were investigated after formalin fixation. The eyes were opened horizontally and showed pale, slightly wrinkled retinae without visable haemorrhage. The histological sections from the eye globes displayed no changes in the anterior segment. The optic nerve heads looked normal, but the cut surface of the orbital parts of the optic nerves showed pale central areas. This change was not seen in the optic canal parts of the nerves or in the optic tracts. Slight irregularity of the outer and inner nuclear layers and eosinophilic granularity of the plexiform layer were also seen.
The optic nerves showed axonal necrosis in the Fig. 3 High-power micrograph from the border between the necrotic (lower part) and the normally appearing nervefibres.
Note the lack ofinflammatory reaction. Toluidine blue, x430.
centre, with a sharp border where they met the normally appearing axons in the periphery. The changes extended from 1 mm behind the lamina cribrosa ( Fig. 1) to the orbital apex ( Figs. 2A-F) . There was no inflammatory reaction adjacent to the necrosis (Fig. 3) 
